histology. Rectal biopsy showed amyloid material between glands. Treatment and progress: A course of cyclophosphamide begun in August 1975 resulted in severe vomiting. In October 1975 intermittent therapy with melphalan and prednisone was started and well tolerated.
Over four months a reduction in paraprotein from 10 g/l to 5 g/l was achieved but neurological function deteriorated with increased weakness in the left leg and both arms, marked wasting in the legs and sensory loss in the right upper limb, left forearm and hand.
Comment
The amyloid found in primary amyloidosis chemically resembles portions of immunoglobulin light chains and is distinct from amyloid found in secondary or familial amyloidosis (Franklin 1974) . Primary amyloidosis is commonly associated with a paraproteinemia, which resembles benign paraproteinamia rather than multiple myeloma (Cohen & Cathcart 1974) .
Clinical evidence of neuropathy was found in 6 of 38 patients (16%) with primary amyloidosis by Benson et al. (1975) Fig 1 A, grossly dilated right testicular lymphatics in the patient reported. There is also reflux into other abnormal lymphatics. Contrast material can be seen remaining in a left-sided testicular lymphatic injected one week previously. B, normal testicular lymphangiogram shownfor comparison lymph within these huge lymphatics was clear and through the walls of the vessels motile adult filarial worms could be seen. Contrast materials injected into these megalymphatics outlined capacious lymphatics emptying into a plexus of similar vessels in the lumbar region ( Fig IA) . This emptied into a dilated lower thoracic duct, the upper end of which was never visualized and was presumed to be obstructed. At their widest points the testicular lymphatics were approximately 1 cm in diameter.
The patient has been followed up for six months; his blood remains clear of microfilaria following a four-week course of diethylcarbamazine and. his scrotal lymphoedema has completely resolved.
Discussion
The unusual features of this case were (a) the great size of the megalymphatics, (b) their spontaneous contractility, and (c) the observation of live filarial worms. This last observation appears to be unique (Nelson 1975, personal communication) .
Lymphatic dilatation in filariasis is a widely observed phenomenon but dilatation as gross as that seen in this patient is most uncommon. The dilatation may be due to proximal lymphatic blockage either mechanically by a mass of worms or as a sequel of lymphangitis. Damage to valves and a direct irritant or hypersensitivity effect due to the presence of the worm has also been suggested (Gooneratne 1974 ). Spontaneous contractility has been observed in the normal human thoracic duct and in congenital megalymphatics (Kinmonth & Taylor 1956) but has not been reported in filarial megalymphatics. The observation of contractility occurring ir megalymphatics containing filarial worms suggests that the worms do not cause dilatation by a paralysing effect on the myofibrils of the lymphatics.
